Peripheral nerve lesions in acromegalic patients were reported at the beginning of this century. Sainton and State (1900) described various types of peripheral neuralgic pains in acromegalic patients. Absence of tendon reflexes was reported by Oppenheimer (1908) in acromegalic patients and in patients with other hypophyseal tumours: he coined the term 'pseudotabes pituitaria' for the condition. The relation between oversecretion of hypophyseal growth hormone and peripheral nerve lesions was described by Lewis (1972) and Lucey (1972) .
The present case, a patient, who suffered from progressive polyneuropathy, had acromegaloid features and an acidophilic adenoma of the hypophysis.
CASE REPORT
The patient, a man aged 70 years, had always been in good health. His illness started four years previously when he noticed increasing difficulty in walking, instability, and gradual weakness of his legs. He was 190 m tall, with acromegalic features and long hands and feet.
The upper extremities showed bilateral atrophy of the interosseous muscles. A few ischaemic foci were dispersed in the white matter of the spinal cord. There was loss of fibres in the posterior column, more pronounced in the gracile tract. The anterior horn cells showed central chromatolysis.
The brachial plexus, sciatic, popliteal, tibial, and sural nerves were thickened, white, and firm. There was severe loss of the larger nerve fibres. Bodian's stain for neurofibrils showed diminution of the nerve fibres with fusiform thickening of the axons (Fig. 1) . Luxol fast-blue stain for myelin showed only few myelinated fibres (Fig. 2) , the myelin loss being more evident than axonal loss. Longitudinal sections showed typical segmental loss of myelin. The Schwann cells and fibroblasts had proliferated markedly and massive collagen deposits occurred in the epineurium and perineurium (Fig. 3 ). Histochemical examination of the amorphous endoneurial material demonstrated that it was moderately PAS-positive, strongly positive with Alcian blue and colloidal iron stains, and was metachromatic with methylene blue (Fig. 4) (Fig. 5) and exhibited a vesicular appearance; the vesicles surrounded by one or two lamellae of myelin lay in regular rows (Fig. 6) . Between the myelin layers and around the nerve fibre granular material occurred. The Schwann cell cytoplasm was abundant and contained large amounts of Pi-granules. All of the conducting fibres in all the nerves examined, being prominent in distal muscles particularly in the lower limbs. No functioning fibres were found in the distal muscles of the legs. The conduction velocity of surviving fibres was reduced and the terminal latencies prolonged.
In a study of 84 patients with peripheral polyneuropathy Buchthal and Rosenfalck (1971) noted a group of 12 patients with a decrease of motor nerve conduction in whom a high distal latency was found. The authors gave no details of the pathological processes of these patients. Whether a special type of polyneuropathy is characterized by high terminal latency with reduced nerve conduction deserves further clarification. List (1932) reviewed the literature up to 1932 on the pathology of peripheral nerves in acromegalic patients. He mentioned thickened, hard nerves with proliferation of connective tissue in the peri-and endoneurium accompanied by degeneration of nerve fibres. The spinal cord showed degeneration of the posterior columns. Lewis (1972) studied the sural nerve in one patient and found loss of large myelinated fibres and increased endoneurial collagen. No Schwann cell overgrowth and no 'onion bulb' formation were observed.
The peripheral nerves in the present case showed: (1) lamellar disintegration and vesicular transformation of the myelin, and (2) accumulation of endoneurial mucopolysaccharides and collagen. There was no 'onion bulb' formation.
Similar myelin changes have been reported in various unrelated conditions. Lampert (1967 , 1969 ), Schr6der and Kriicke (1970 and Wisniewski et al. (1969) demonstrated them in experimental allergic encephalomyelitis and neuritis. A similar pattern of demyelination was found in neuropathies due to diphtheria toxin (Wisniewski and Raine, 1971) , tellurium (Lampert et al., 1970; Lampert and Garrett, 1971) , lead (Lampert and Schochet, 1968) , X-irradiation (Masurovsky et al., 1967) , and alcoholism (Babel et al., 1970) . The common factor in the abovementioned demyelinating neuropathies was the initiation by injuries to Schwann cells. In the present case light microscopy did not show evidence of Schwann cell lesions and the electron micrographs were inadequate due to postmortem changes and formalin fixation. The abundance of the granular material between the myelin lamellae and around the nerve fibre indicates the Schwann cell location of this substance, presumably an acid mucopolysaccharide as shown with the histochemical study.
Excessive growth hormone causes an augmentation of intercellular ground substance and high concentration of acid mucopolysaccharides and collagen. Hypophysectomy reduces the synthesis of mucopolysaccharides and collagen in connective tissue (Catt, 1970) . It seems likely that the growth hormone may have caused the accumulation of the mucopolysaccharides within the Schwann cells in the present case.
An excess of mucopolysaccharides within the endoneurium has been reported in various polyneuropathies. Thomas and Lascelles (1967) in a recent review on hypertrophic polyneuropathy found gelatinous material, probably acid mucopolysaccharide, in the endoneurial space. In an electron microscopic study of the nerves, however, no abnormal material was found. The peripheral nerves in Refsum's disease showed imbibition of the nerves with an acid mucopolysaccharide without any evidence of its presence in electron microscopic study (Fardeau et al., 1970; Flament-Durand et al., 1971) . In hypertrophic polyneuropathy (Thomas and Lascelles, 1967) , and in Refsum's disease (Fardeau et al., 1970; Flament-Durand et al., 1971 ) 'onion bulb' formation is a striking feature which was absent in the present case.
The simultaneous appearance of hypertrophic polyneuropathy with lamellar disintegration, vesicular change in the myelin and accumulation of acid mucopolysaccharides without 'onion bulb' formation seems to be unique. It may be assumed that acromegalic polyneuropathy represents a pathological entity. Additional data from similar cases may clarify this assumption.
